A patient came to our clinic suffering from mild sensory loss, exaggeration in knee reflexes, bilateral extensor plantar responses and elevation of the antibody level to the humanT-lymphotropic virus type I (HTLV-I). Electrophysiological and pathological studies showed axonal and demyelinating neuropathy. The condition appeared to be a slowly progressive myeloneuropathy. HTLV-Imayplay an important role in the pathogenesis of myeloneuropathy.
I) associated myelopathy (HAM)is characterized by
gradual onset and a slowly progressive course, spastic paraparesis with pyramidal signs associated with mild sensory and sphincter disturbances (1) . Recently,' peripheral nerve involvements in HAM have been described (2, 3) . This case is suggestive of HTLV-I-associated myeloneuropathy.
CASE REPORT
A 64-year-old womanfrom Yonago, in western Japan, had a 2-year history of gradual worsening of Biopsies of the left sural nerve and the peroneus brevis muscle were performed. The nerve specimens were prepared for light and electron microscopy.
Teased nerve fibers were prepared for light microscopy only. The frozen muscle sections were stained with hematoxylin-eosin, modified Gomori's trichrome and a battery of histochemical stains. In Epon-embedded specimens, there were many nerve fibers with a thin myelin sheath suggesting remyelination (Fig. 1) . No cellular infiltration was found in the endoneurium or around the epineurial blood vessels. The density of myelinated fiber was 8571/mm2 in endoneurial areas. This exhibited a shift to the left of the peak of large myelinated fibers, and mild reduction of the amplitude of this peak in the histogram of the myelinated fibers (Fig.  2) . The unmyelinated fiber density was 3 1 107/mm2, which was normal. Teased fiber studies revealed that 71.4% of the fibers were normal. 26.7% of the fibers showed segmental abnormalities of the myelin sheath such as: 2.9% with paranodal demyelination; 5.7% with segmental demyelination and remyelination; and 18.1 % with segmental remyelination. 1.9% of the fibers exhibited axonal degeneration. In the (Toluidine blue stain, x 600). diagram of internodal length in relation to fiber diameter (Fig. 3) , many fibers exhibited increased variability of internodal length, suggesting remyelination after focal demyelination. In the frozen serial sections of the muscle specimens, some groups of small angulated fibers suggested denervation atrophy. There were no indications of endomysial or perimysial flbrosis and no cellular infiltration around the blood vessels. Plasmapheresis for one day and pulse therapy with methylprednisolone of 1 ,000 mg/day for 3 days were repeated twice within a 5-week period, but her symptomswere not improved.
DISCUSSION
Our patient had symmetrical plantar hypesthesia to pinprick and touch, exaggeration of knee reflexes and plantar extensor responses. The electrophysiological studies showed axonal and demyelinating neuropathy. The main histological findings were mild axonal loss of the large myelinated fibers, segmental demyelination and remyelination of the sural nerve and denervation atrophy of muscle fiber.
Other causes of neuropathy, such as diabetes mellitus, paraproteinemia, vitamin deficiency and collagen diseases, were ruled out. The patient was diagnosed as HTLV-I-associated myeloneuropathy.
The pathological findings of HAMhave been reported mainly concerning proliferation of capillaries, perivascular cuffing with lymphocytes and loss of myelin and axon in the lateral and anterior columns (4). Arimura et al (5) reported that peripheral nerve conduction studies in six patients with HAM were unremarkable, but the F-wave conduction velocities (FWCVs)of some patients were delayed and needle EMGstudies showed neurogenic changes. They interpreted these findings as showing mild involvement of either the proximal portions of the peripheral motor pathway or the anterior horn cells of the spinal cord. Said et al (2) 
